INTRODUCTION
The sYl1drome of hypertensive encephalopathy since its first descript~on by Fishberg and Oppenheimer 13 in 1928 lias been a controversial issue. There has been much discussion as to ~vhat etiologic factors may be involved, and one recent author 17 even is skeptical of the syndrome as a unique entity.
Hypertensive encephalopathy may be described as an acute syndrome usually running its course in a matter of days in which severe diastolic hypertension ranging usually between 120 and 180 rom Hg. is associated with headache, nausea and vomiting, ~veakness, stupor, fits, and even coma and death. 16 Hypertensive encephalopathy may be seen in a variety of clinical conditions which consequently adds much confusion as to possible etiologic factors. Such conditions as essential hypertension, toxemia of pregnancy, acute glomerulonephritis, pheochromocytoma, acute lead poisoning, Cushing's syndrome, chronic renal disease and arteritides of obscure origin such as lupus erythematosus may exhibit hypertensive encepl1alopathy as a complication. 16 Oppenheimer and Fishberg in 1928 noted that patients with the above mentioned conditions with hypertensive encephalopathy always had an antecedent hypertension, and the acute syndrome was usually noted to be immediately preceded by an acute rise of blood pressure above the previously elevated level. 16 The diagnosis of hypertensive encephalopathy is difficult for many reasons. Focal neurologic findings are not common, and if they are promi-nent and persistent, other diseases such as cerebrovascular thrombosis, hemorrhage, neoplasm, epilepsy or uremia may be the causitive agent.
Cerebrospinal fluid protein and pressure levels are often, but not always, elevated. 16 A grade 3 or 4 retinopathy may be noted and may be unilateral. 3
Because of the difficulty in making a specific diagnosis and the ease with which this syndrome may be confused with frank uremia, cerebral and subarachnoid hemorrhage and cerebral infarction with hypertension certain authors 17 feel that hypertensive encephalopathy as a unique and separate syndrome may not exist.
Autopsy examinations of patients who died with symptoms compatible with hypertensive encephalopathy yield a confusing picture. Grossly, the brain is surprisingly normal without any specific lesions to account for the symptoms. The brain substance is pale, and petechial hemorrhages may be present. Edema of the brain substance and meninges is quite variable.
Microscopically clusters of glial cells, arteriolar necrosis and minute cerebral infarcts may be noted. 16 ,13 In spite of the difficulty in making a specific diagnosis and the ease with which it may be confused with other syndromes, most authors agree that hypertensive encephalopathy as a clinical entity does exist.
DISCUSSION
Oppenheimer and Fishberg, in 1928, postulated that the Hencephalopathy resulted from cerebral ischemia produced by cerebral vasoconstriction and that cerebral edema, when present, is a secondary phenomenon.,,13 There has been a great deal of controversy concerning the presence or absence of vasospasm and the role of cerebral edema since these early remarks. There is now no doubt that cerebral vasospasm does exist, but there continues to be some confusion as to the mechanism of this segmental vasoconstriction. Myer, Waltz, and Gotch,12 clamping the thoracic aorta of monkeys and cats causing cerebral hypertension, concluded that the cause of the vasospasm was not due to a circulating factor, vascular compression secondary to edema, or changes in the oxygen or carbon dioxide but rather was due to the natural physiologic response to a rapid increase Thus it seems that hypertensive encephalopathy does exist as a syndrome, and the symptoms of headache, nausea, vomiting, t-leakness, stupor, fits and coma and signs of severe diastolic hypertension lasting for several days, are secondary to a segmental cerebral arteriolar vasospasm which may be caused by circulating humeral vasoconstrictor factor.
Cerebral edema is apparently only secondary to the vasospasm but may greatly complicate the syndrome. There also appears to be a correlation between this syndrome and chronic hypertensive states with severe exacerbations. Treatment consists of carefully lowering the blood pressure so as to relieve the vasospasm while not causing a cerebral anemia secondary to a too rapid lowering of the blood pressure.
